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M-100 continuous hemodialysis filtration medium for removing inflammatory mediators in patients

with multiple organ dysfunction syndrome

ZHANG Lei, LIANG Xinhua, MO Ying, MAIMAITI Buheliqi, ZHANG Cuiping, BI Xueying
Department of Nephropathy, the Fifth Affiliated Hospital of Xinjiang Medical University, Urumchi 830011, China

Abstract: Objective To explorethe effect of continuous veno-venous hemodifiltration (CVVHDF) using M-100 continuous
hemodialysis filtration medium for clearance of inflammatory mediators in patients with multiple organ dysfunction syndrome
(MODS) and for improving the clinical symptoms and prognosis of the patients. Methods Between September, 2014 and
December, 2015, 40 patients who met the diagnostic criteria of MODS, systemic inflammatory response syndrome (SIRS) or
sepsis were admitted in the Fifth Affiliated Hospital of Xinjiang Medical University. The patients were divided into treatment
group (n=22) and control group (n=18) to receive routine medical treatment combined with CVVHDF and routine medical
treatment alone for more than 3 days, respectively. In the first 3 days of treatment, the changes in serum concentrations of
inflammation mediators were analyzed, and the levels of tumor necrosis factor (TNF)-a, interleukin-6 (IL-6) and IL-10 were
determined with ELISA; the vital signs, BUN and Cr levels of the patients were also recorded. The total hospital stay and survival
rate of patients were analyzed. Results Sixteen (72.73%) patients in the treatment group survived as compared with only 7
(38.89%) in the control group (P<0.05). The total hospital stay was significantly shorter in the treatment group than in the control
group [ (14.60+4.12) d vs (18.20+4.51) d, P<0.05 . After the treatment, the patients in the treatment group showed significantly
lower TNF-o, IL-6, and IL-10 levels (P<0.05) and presented with more obvious improvements in APACHE II score, BUN, Cr
level, mean arterial pressure, heart rate, and oxygen saturation (P<0.05) than those in the control group. Conclusion CVVHDF
can effectively remove inflammatory mediators in patients with MODS and improve the clinical symptoms and prognosis of the

patients.
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% fx ‘B T Ak B B % & fiE (Multiple Organ

GaN) (DFFH MODS 12 WibnifE (1995 4 4 [EH &
2R R 2R AR 2 E B9 MODS i 18 43 312 W7 K ™
. BRI PRIE) o (2)FF 5 SIRS (2 BibR e, Toiefif
Dysfunction Syndrome, MODS ) 8 #L {4 7¢ /™ B & 4 | .
S PRl 22 PRS2 B R AE O, B
BT e S gy oo (ETAELA LR 5 S A RO I
AR IR s A DL RS A B DIRE AT, ASRE
AR N B FaE . MODS WET- X, &2 fGH

PATR ISR AL A AR d (R AE B AT 2 W SIRS - 44%3k>
JEH ST FE RN Z— o AF5Es A48 5 2

AEZLUE ) MODS FR 3 IIFET- R K 50%~60%, T ik F]
o i 4 7 B DI RE i ) MODS F & LT R

38 CEY <36 C;[>%<90 K/min; 3 ik — Ak 73 <

32 mmHg ¥ W W 451 5K >20 ¥R /min; A B 2R 41 i >
100%'" . B B MODS 5 2 3k A 3036 97 F B,

[ AR T MODS HIBFFE A/ K1 MODS %

0.10x 10°/LEFNEIL A 140>12.0 % 10°/L55<4.0x 10°/
ML B 2 BT AR B, 90 B R U

[2]

BT MODS A HHLEE, [ i A . 22 ) o 471 o &
R o ;H\:

H, JAE R BB A B D) | B
.

ORE IS MU R L~ PR UL L A R L Ik
BT MODS 1) & R LB, 3£ 1 T MODS #F 58 1)

L) 545 MR AE (2 Wik o, e s AE SR LA iy T Ik
TR R Y 42 By JAE SN, 12 Wi BREAE 1 Yo
W EATE

UESEHLAAT AT SE A G LR A R A7 78, Hofl 55 SIRS 1Y
I SO T B i 5 o X L8 AN ] 1) £ JEE fie
&S

1.1.2 HEBRARE (FF & AT 1B 5 A9 —BUED 3 HERR )
(DRI AR P A B B DR b AR 55 (2) 8

A HAbGE AN REFEA T S e MR BGR Y P AR

H B DG ™ B JF R E 5 5 (3) JRAT HoAl ™ HE 9 , 7l
M-100 24 it i p8 et e [ 4 52 W 9P ™ il (TR A

SEMIMF IS S, S e KGR ™ A
FRN ], [ 2 Wl (0F ) 7 2011 26 3451087 5 | Ay i

BB ; (4)XRSMIEER PUEER | LR FERT
FH ANGO I3 U , FLBT K 1 R T L RE T 52

SEST . [ AMIFSE HE i M-100 2 51 1L i 8 i

IR 5 (5)—4F N G 232 2 B A MO M T FE I

P 5 (6) [RIA S A 25 i i AR B0 o
1.2 ARG E

AT MEFEAE G N 2 h e, SR 3 IR B9 7 Rk L

REATR o 2 2 1 i DK - ¥ ik LML 9325 T 1€ 1 (Continuous

Veno-Venous Hemodifiltration, CVVHDF ) /& 7E Ifil V& 375
BB JE At L, SR BCEE B 10 38 25 1 A 8 A 5 3 A Y8
T SR ERORT U B A5 ) B D B Ok 31 R IR RN

0 A B MODS 557 2 4H . X FRZH R 3 H0
MR TT R VAT AR R R 2 NG IT B S
O | YRR AR S ol I [ | ¥ & 2 X i e o |

CVVHDF &7, JELEIR YT 3 d, MR8 1 I 4 157 4
ARG . AR E IR RS AU E R s IR
BEFXBRBIFEZAERE. 2Pify i3 d

PP 2H R8I T R ARE A B P AR Ak, R EEK S e

R 3 56 30 i 37 A g PR AE PR F- (Tumor Necrosis
4
T BR R MEAN B, PR K &R 4 B 98 E S ZE A AIE

Factor, TNF) -a.. [147 % (Interleukin, IL)-6.IL-10 7K
AAE S 456 h B VI IFIT SR L @ ATE Sa0,, 4 6
(Systemic Inflammatory Response Syndrome, SIRS) -5
CARS Z [A]i9~F1r , BPA 4l MODS B9 A AL R BHWT % e i it 5.
MODS /& & M fE &K B Bk, AFRKR
CVVHDF iJ7 MODS )55 20 A LR, i PR L B
1 MODS ¥R M 5 AR L
1 ARNEERE

h B BUMLAR A2 B D6 AR R A 25 SRR B L 28 S50
1.1 RIS

CVVHDF i J7 % F] Gambro 2% &) ( Hij H# )

Prismaflex R 5% LGB ATHL A M-100 7Y (i i € 1 2 E

TTVEYT o I FE + 180~220 mL/min; & #a ik 2 - 35~
20134F 9 H #20154F 12 H , #rim Rl R2F 5 1
FRUERT A

45 mL/kg * h, B BEERIA , T ZR prst
THFEIRTT o
WL S U AT A6 1 BUh 4 B ), 68 a5
28 d BUAY L (s BT o IR (A : (1) 7>
BiF i B= BE M B AF Fr MODS 2 SIRS SUMREEAE 2T Hir 2 355 P 4 8 A ST JEE A5 1k (2 S0 5 3R 7RI
JE RAEAT AR BE ) 5 (2) 3 M RAE AR 83 K T I 1
LL1 Nkt (FF &L THRERIES— RT3 B AR AR DR IR R A M LEF .
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APACHE T4 A AR5
1.3 IR H*E

XFHAE B TR Y67 HT 5 12 hRilil 15 mL,
RIZI B b R — A5 Al rhIR AI40E L1 200 r/min
B30 10 min, B-30 CUKFE 5 FH 5 >R FH BRI G 128 M Ff ik
55 (ELISA) A5l

X Dy Re Bt S i RN B SRR T ARSI VAT RT3 d
6 hoRFHIK I 5 mL, B2 2 4 R — 55 i A
HIRAIBTEE L1 200 t/min Z5.0 10 min, #-30 CIKF &
TR Dihe . s ki fb % CRRT F- 451
3 d 6 h B AT R

CVVHDF G897 BT 3 d A 6 h S WEL R i
J£ .APACHE IIiF4}
1.4 FitESH

THE GRS R bR o 22 TR Xk, TRk
K E A IE SR . T E ORI K5, H
Kaplan-meier % 115 /L 77 3, Log-rank 17 22 S LA
55 o I SPSS 20.0 S8 i+ A X B A7 Se 1
BT, LA P<0.05 Fn A G277 L,

AWFFE LN 40 5] MODS .3, 43 AT 20 A
XFHRAL . JRIT A 224, B 126, £ 10 ], S AE R
(39.33+13.92) % ; X} IR 18 451] , 58 8 441 , 2 10 4] , -2
AR (42.67+12.94) % o 520 « itk Gy 4 451 | H 5 iR
JIR A6 4 ) B 5 0 g 3 40 hEk B/ INER B % 3 1
GGG 4] Stk LEESE 3 1] S AR T 4 1], 00 JR
PEORvE T AL TE B MiAs 2E g o I R R
PREGEA JE S ML/ RO AP 2098 AR5 R
fffb45 1491
2.1 MABENIEKREARTEER

IBITAENG 16191, LEAFHEN 72.73% ; W BRZAFTS

T, A7 N 38.89%., 2B R ILES, ZR AL
2 L(P<0.05) 0 AT ERRINTE] A (14.60+4.12) d,
X BEZH B AT BEIF ]y (18.20+4.51) d, 2% A 4e it
B X(P<0.05), HAIEdELE 1,

1 FMAIRKREARTE

Tab.1 Clinical outcomes and prognosis in the two groups

Group n Total hospital stay/d Survival rate/%
Treatment 22 14.60+4.12 72.73(16/22)
Control 18 18.20+4.51 38.89(7/18)
d X' value - 2.280 6.396

P value - 0.030 0.011

2.2 FWABTRIERENRIRENTHIER

JAYTLH 1Y CVVHDEF F1M-100 %1 1 % 3 ) #5836
75 , TNF-o FHIBITRTAY (507.1144.50) pg/mL T &%
IRYT 5 1Y (140.05+£36.95) pg/mL . 1L-6 H i Y7 7 1Y
(99.31+£6.27) pg/mL T [ 213497 J5 B9 (65.11+£3.30)
pg/mL IL-10 F A7 15 A9 (109.34+3.64) pg/mL T %
FIIEYT I A9 (40.0443.56) pg/mL. XiF FELLN FH# HL 7
BHAYT A, TNF-o BT HTIY (491.39+29.24) pg/mL
T REENAYT S 19 (398.17+18.99) pg/mL . IL-6 FHIGYT
HiT A (103.21+4.37) pg/mL K FER1AIT 5 19(99.01+
6.27) pg/mL.IL-10 H1 /Y7 1T 9 (103.75+4.37) pg/mL
TREERAYT G 9(90.60+5.46) pg/mL., JA¥T I He i
TRIT TR EE W] W RRAIR, 22 A Ge it ar s L (P<0.05) ;
TGYT 2N ] CVVHDEF 1 M-100 B Ifi i 5E 1 #5814 TT %
S0 A 5 38 I 40 B S O T ) R R
J7 RAEA T FRAR IR, 22 50 Gt 2= 8 L (p<
0.05). PEILFE2,

2 W EATRIE MODS B TNF-o. IL-6,IL-10 B9Z5 (L (pg/mL, ©+s)
Tab.2 TNF-a, IL—-6 and IL-10 levels in patients with MODS before and after treatment (pg/mL, Mean+SD)

Group Inflammation mediator ~ Before treatment ~ Treated for 12 h  Treated for24 h  Treated for48 h  Treated for 72 h

Treatment TNF-a 507.114+4.50 356.42+14.73 285.18+12.04 259.79+13.76 140.05+£36.95"
IL-6 99.31+6.27 131.29+9.28 97.16+£3.94 82.10+3.03 65.11£3.30"
IL-10 109.34+3.64 135.62+10.47 79.17+4.89 54.09+3.48 40.04+3.56™

Control TNF-a 491.39+29.24 702.33+49.57 653.16+38.11 537.12+24.63 398.17+18.99°
IL-6 103.21+4.37 156.21+8.46 130.14+5.77 119.994+4.59 99.01+6.27°
IL-10 103.75+4.37 172.48+19.51 151.13+15.36 129.95+4.26 90.60+5.46°

TNF: Tumor necrosis factor; IL: Interleukin; MODS: Multiple organ dysfunction syndrome; *: Compared with those befor treatment, P<0.05;

*: Compared with those in control group, P<0.05.
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2.3 WAEFFRIEBUN . Crik BRI T LIER
JEY7 2H 1% CVVHDEF F1 M-100 %1 [ 3 36 52 #5834
7 )5 , BUN HIGYTRITAY (31.12+2.47) mmol/L F [ )
BT 5 1 (11.89+£2.54) mmol/L. Cr H1 34 7 1 1Y
(509.20+17.58) mmol/L T [ £ 356 97 J5 A9 (191.33+
31.89) mmol/L; X B8 41 1 FH & #L #53A 77 J5 BUN Hi
BT W B9 (31.66+£2.26) mmol/L T [ F4 97 J5 1)

(18.4142.54) mmol/L .Cr FHIRYTHI Y (509.53+16.60)
mmol/L FFERI4Y7 )5 19 (334.73+18.38) mmol/L, 4
I7 S5 R BE BRI AT B I B R AR, 2 A G R
X (P<0.05) ;3497 40 )% i CVVHDEF J497 BUN , Cr ¥
JE AR B e R B S K R R A R E O O B3R
J7¥ BUN . Cr i FE FR AR IR B, 2 F A S it 2= 8 X
(P<0.05), EWLFR3,

=3 M5 EETTHETE MODS £ BUN. Cr 8925 L (mmol/L, x+s)
Tab.3 BUN and Cr concentrations before and after treatment in patients with MODS (mmol/L, Mean+SD)

Treatment time
Group
0Oh 24 h 48 h 72 h
Treatment BUN 31.12+2.47 23.61+2.48 19.23+2.54 11.89+2.54™
Cr 509.20+17.58 418.00+18.12 348.47+18.97 191.33+31.89*
Control BUN 31.66+2.26 31.77+1.39 26.62+1.15 18.41+£2.54°
Cr 509.53£16.60 513.07+15.66 465.87+13.28 334.73+18.38"

* Compared with those before treatment, P<0.05; °: Compared with those in control group, P<0.05.

2.4 FLEEFFBIIE APACHE [ S RIZT L IER

JAYT 2 % T CVVHDE F1M-100 % 1 i g1k #5834
75 , APACHE Il P¥-43 AT HI Y 31.00+2.58 T 3
TRIT 5 19 8.00£2.58 , i 1B 41 107 FH % B B3R 97 )
APACHE II #£43 IR YT I Y 31.33+2.58 R & R1A YT
JE Y 17.2042.60, 797 J5 B8R YT Hif APACHE I 141
B ARG, 22 5 G243 L (P<0.05) 5 167 4
CVVHDF J&J7 APACHE II PF-43R#AR R B B B K T
Xof BRZH 37 FH 8 877 B298 97 APACHE 11 34 A AE 114 i
2R A G X (P<0.05) . L4,

4 BT EAITRTE MODS B& APACHE I iF M (Txs)
Tab.4 APACHE II score before and after the treatment in patients
with MODS (Mean+SD)

Treatment time

Group
0h 24 h 48 h 72 h

Treatment  31.00+2.58 21.13£2.53  14.13£2.55 8.00+2.58"

Control 31.33+£2.58  29.00+2.17 25.73£2.32  17.20+2.60°

*: Compared with those before treatment, P<0.05; *: Compared with those

in control group, P<0.05.

2.5 MAERTIEESHKEOOR ERMENT
WwiEn
YAYF LN F CVVHDF F1 M-100 7 111 3% € 1 %834

I7)a P s KR R PRI (65.2043.19) mmHg T
B EAYT G 9 (119.07+3.92) mmHg, /0% 1A YT R
(109.67+3.33) YX/min [ 2797 )5 (69.69+5.42) X /min,
I 480460 RN B YA 97 AT 81.33%+4.08% T IR IT7 5
95.33%+2.16% , X JRAL N FH & B 3697 )5, F38)
Jok s H 18 7 i Y (66.40+4.19) mmHg T & 24897 5
[(99.67+5.16) mmHg, 0> FHIRYT T (106.81+£4.43)
Y /min F& 2477 )5 (89.63+3.83) Y /min, Ifil 401 1 &
i 16 97 BT 81.33% £ 4.01% I £ ¥4 J7 )5 88.33% +
2.16%. IRIT SR BIRYT WA He AR A ARE B S ek , 2
A Gt L (P<0.05) 5 377 410 FH CVVHDF i
I A AT UARAIE A3 1 52 B S DR kot B L 1
BARIT A IRE B IR, ZR A5 FEE X
(P<0.05). W35,

MODS f8 3 1l R _L A4 U2 A W B B0 A
By REIE N 82 R | R N VB R DA 2 A I
HYUFAE W] BB AE SO0, LA AU, ™ 5 R
i, LR A RE LA HH BLFRAT . MODS Ji [N 22 i1
SR, B SLT R R EAE I A B A SE T S A
Z—. HHTEANIMEE O MODS &k HLELIE A
W, B0 B ST R P Bt o SRR P (B i
YHLAR 32 3™ 5 s ARG A RO, 2 R AR
53R ZU A AT S I, 388 e P8 A TR AR, BT )
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5 FEMITEBITRIE MODS BE 4 S AMEMTH(z+s)
Tab.5 Vital signs before and after treatment in patients with MODS (Mean+SD)

Treatment time

Group Vital signs

0h

24h 48 h 72h

Treatment = Mean arterial pressure/mmHg ~ 65.20+3.19 97.07£3.94  113.27+£3.06 119.07+3.92®

Heart rate/beat * min™ 109.67+£3.33  98.33+3.42 76.13£3.72 69.69+5.42"

Oxygen saturation/% 81.33+4.08 93.80+2.81 96.00+1.41 95.33+2.16"

Control Mean arterial pressure/mmHg  66.40+4.19 91.33+4.78 82.87+2.95 99.67+5.16"

Heart rate/beat - min’ 106.81+4.43  96.94+3.70 86.50+2.68 89.63+3.83°

Oxygen saturation/% 81.33+4.01 83.80+2.81 86.00=1.41 88.33+£2.16°

*: Compared with those before treatment, P<0.05;": Compared with those in control group, P<0.05.

RIS L, i A B r4IHE , %= MODS . RAE S
FEAEIE TOPIRR R R 40 (RIVRE 98 S FIAT 4 U0 )
PR S A5t 28 58 HAHRIIL , 90 S die 285 [ e
THERRE . RAERON R AR SO A, RAE
B S LA B O BB 58 X 7, AN IL-1.2.6..8,
TNF, T K%, £ I N SIRS sk My 5 U ik, 44
NS T oA A F S A, 0 R
MODS"™ s RAE S I W, 98 i 20 i O 280 FE I AL
A& 9 i A Jo 3 3ot 3 A1 R B N 32 1 [l s R T R
BRI R A, A0 TL-4 .10 13 45, FL R A 1 FE
WAL S e D RE 52 BN ], R A A D T
I 2545 1iE (Compensatory Anti-inflammatory Response
Syndrome, CARS ) BUFR A G BRI, 4= B 2H 2157 31|43
Pio MHUARREFAE SIRS XAFTE CARS i, — 3% LA
VETLA B s, AL B B0 )™ B0 A 9 0 S g B S 28 1)
AE 1Y R AT, R B IR A PEHS TR 0 25 5 0 (Mixed
Antagonist Response Syndyome, MARS) , HLIA& Y Fo 5%
DReZ B, SR ge gt — P mE . e
SIRS . CARS if J& MARS #f 2> ffi LA N BR 358 k2 35
AL A BT TE , e 2B mge T, AR R
B, 16T MODS Hij /2 45 £8 # AR I R AE A ot
AR R, BELIBTHLIAXT A B 405 , I e pL A
R S A, PR S AL e 2R G i RRE , 34 i BEL T =
FEZZG G K Ak . EFXTMODS B AR HLEE, 3
& I M- 100 #4 1l ¥ 9 i &% 3@ 3F CVVHDF 34 97
MODS,, 1% J7 ¥ 38 ik 3 2k SR 4HORN 2 B 45 5t 2 e M-
100 HY i AoF i A4 5T A 5 R M B A T BB AR 5 S M T R
ML RAEN BAEH

AHFSE TG 208 H] CVVHDF FM-100 4 1M 7 3&
HRHATF IR , TNF-o IL-6 \IL-10 53477 Fi v 1 I i f
%, Z5A G245 L (P<0.05) 5 JAIT 4 RAEA T

R AR EE ST X R, 22 S BT 240 L (P<0.05) o
AR IR 2 S 0] T B B S e AR i A5 B . 1%
45 CVVHDF BEG M-100 % il 7 5 3 2% 7] 35 Bk
M35 984 A F TNF-ou IL-6 . IL-10 %5 75 545 IfiL 75 R AE
DK 7 AT i ] LA ik 158 B A0 RRE SN, 45 il LA
RABME R AR AE A T, eS8 AL 1 S 2 P, Pk 2
MODS £ & fE REEGE , BIPRE SIRS 51041
PLURAE 27 A AE (CARS) 7K AP
ATFEIE I B B IE 7 A5 PR R G AL
RIEA T TNF-a. IL-6 . IL-10 FHFFE N E, ISR
P MODS () &R HLER, HLIH 3 Fp 95 A K H: [ B
R A E SR, AR YE . TNF IL-6 75 224k S
NI R AR L AVER A B A2 SIRS & 4E
r 240 L DR 2500 SN ) B B BOE AR RSN 24
T o KE—BON R RAEE FH s i 40 i 7
TNF-a*', BJR1E 8™ & , TNF-a {E# ", frll TNF-
o BB A AR AR XS 1 il B2 T 0300 X o s
ARRH BY 2 CRRT A] LLAR & 3 775 % TNF-a IL-6
S g MM I, AT IS SIRS , XFBH 1 MODS (3 &
HH T EEA/EA . MODS %% i 2 A2
HRA T TNF-ou, FERT 3 ERA% 28 B B ik IL-1 . IL-6 1L~
8 SERIEA I, i — 2 R ERAE (W E B . TNF-a
A5 LD 04 50 ik, AR (T R PN B P o SRR
T AL Ry 325 J5 5 TNF-o0 328 1] 38405 e 1fi. B b
G, 1M TNF-o 4 B 0] FH R0 B 7™ S 15 00
JER N TNF-o 3% 58 76 SIRS 48] 77 , 3 MODS i
FHE B 1L-6 J& i 0T A7 285 TNF-a fIlIL-1 155
(20 R AN 27 A 1 TL-6 B AT L3 v s 4 i
(1R A, A8 T D2 A2 468 R e A e v R E R
A2 5 TL-6 2308055 TNF-o FOVEFH , 2T 2V
iR B IL-6 RSO B8 AN FPIRDL . IL-1 1 TNF-
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oI SIEFIL-10FRA" . [z, IL-10 REFI ] TNF-
o IL-1.IL-6 IL-8 (321K , 47 4f 5 4 AE 1) & R i [1] B
W RAE T EACEER . IL-10 2 EZE IR
I,

AW HIEI 4% F CVVHDF 697 )5 , TNF-a.
IL-6 . IL-10,12 h N3&8r b Tt , 24~72 hiZ i R 1% IR97
AR A ST R AV A T 3 X R B A5 R
fF5E Hp, AEA RS 5 326 82 (0.3 .6, 12 .24 h) , CVVHDF
YRI5 TNF-a IL-6 \IL-10 7E 12 h I3 B ik (0 h
524 WL 22 RG0S, WRUK LT Sy —
AT R MODSHEAY, 7 7] fi3H (3.6.9 2 12 h),
CVVHDF &7 Bk R o, 17 o TL-6 . TL-10 ¥R i /K
B SR R, T IV TNF- o K S 6 B AR 4
CVVHDF X431 K it TNF-a. IL-6 \IL-10 93
FRECREASAA ] . RAEA i 2 HoK s, LR T
R XSRS 5T AT 8 CVVHDF 35 FR s

G AT 410 ] CVVHDF 19T J5 E Y 3h ik
JE 26 R i 48070 A 30 B A i AR AIE P e %, i3
BRI B KT X BB 4H . BUN ., Cr,APACHE II P¥-43 [ A%
AR 85 R0 R A, RS R A 2 & 3, R
Z241 BUN ,Cr W O kO SR A 8 50 A Be )
1] . S APACHE-111 PF4MAYT A Hi & 2 MR e
A2 F A it 24 2 X (P<0.05) , WER 4195 41 K
40.6% , % BRZHIRAIE R 64.1% , WLELLH IR 4B R B AR T
XTHRZH (P<0.05) o B I5 45 AE G PRI 58 h & 3L, 30
51 MODS i # £ CRRTIRYT )5 , 14 d A7 % 63.3%,
28 d 715 K 56.7% , 1697 3 h )5, FEL A I | R P R
RIFUR M 7E 6-12 h T IEH XS 0 Sl DI aE Y
M L, BRERLIZE Y MODS RAR 128 CVVHDF
G975 , L3 FP BUN ., Ser 3¢ 5 /K F B L F B, XF
BUN . Cr B BRRE o nl R RpEe ks b iy
JE T REFE L MODS & IFET- 5%, 5 LA KW
S LR B R S5 R A R R 22 0E , S50 A 1k
WAL, CRRT BAR T LI BR RAEAN T, (HE A H
B IEPRE 12 AR BEPE I H 3 bR SO RE A 5, A48 X L
A TR BCR A B LA LR E BB R A
7o D& T MEHEAE R RERE R 52 (R0 R 7 458 7 A S5 BT i
E A Dellinger %52 2245 [ bR 41 44 & R AE 2008 411l
TE B, A AT 9 7 5 2 A MK I 9 5 T D A e R R
FHHNH . CRRTIAYT 2Pk B b B 2878 BRI B 3
R TARZAE Y WS 45 I S M B
PRI BARYT B B B EA R AP 320 WA ki
JEEA, VIR D R vl 1 Lt A B, R A
KA YT I A B A O ) o i R A
) T A IE, ORARHIR 5, %P5 R I, MODS

BE NI R E RS B IR TR L
YeFFIY , 1625 MODS BB S Rr 2l v B IR 8
IR LAY . A FIE SR, SR T
CBPIRYT , 24 B IRE IR L5 A iE B I AET R
i ; MODS #9515 — HEAL 2 AKT, BEAAF R
A RIS T2, B MODS B3 L T AKI,
FIEAT CBP &7 (AT LA AR 28 2 g B9 9403 ,
R B b2 = R AR AR (HU2 CBP YR YT B AL

FETE N KB AR, HATEBA — 5 — 1k
i/[l[zs-zx]

o

AWFFELE A4 7R CVVHDEF FM-100 L& 585 7%
AL REXT S AE A A T BRAEH s CVVHDF 1] g A o35
S I RAE AR B T RE , (1 10 3 3l 1 8 TheE , o8
HAVEAS, I BRPUA N B, Of T e
BTG, 25 MODS B34 ) A £7 3%, 48 58 AE Bl
B 1]
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